INTRODUCTION
Complex regional pain syndrome (CRPS) is a condition characterized by continuing regional pain that is seemingly disproportionate in the time or degree to the usual course of pain after trauma or other lesion [1] [2] [3] . Previously called reflex sympathetic dystrophy (CRPS Type I) or causalgia (Type II), CRPS occurs with or without definable nerve lesions, respectively. CRPS typically involves abnormal sympathetic, sensory, motor, sudomotor, vasomotor edema, and/or other trophic findings that may occur after an injury or surgical procedure, but frequently there is no ensuing event [1, 3] . Clinical features such as burning pain with allodynia and hyperalgesia with changes in skin temperature also occur in the affected limb. CRPS can strike at any age and affects both men and women equally [4] .
Common variable immunodeficiency (CVID) is the most common, symptomatic primary immunodeficiency [5, 6] and affects 1 in 50,000 to 1 in 75,000 individuals [7] . CVID can be diagnosed in both children and adults, and is hallmarked by two low isotypes of immunoglobulin (i.e., IgG and IgA) along with low specific antibody response. The disease can result in serious and recurrent bacterial and viral infections of the ears, sinuses, nose, bronchi, and lungs and is associated with increased frequency of infections, autoimmune disease, gastrointestinal and pulmonary disease, hepatitis, lymphoma, and other cancers [5, [7] [8] [9] [10] . Individuals with CVID may not receive a diagnosis until later in life because the symptoms of antibody deficiency may not become obvious until then [5] . 
CASE PRESENTATION
A 62-year-old white male with a 2-year history of CRPS of his right lower extremity, without inciting injury, presented to our immunology clinic for evaluation. The patient previously reported symptoms consistent with CRPS diagnosed by his rheumatologist, including continuing pain that was disproportionate to any inciting event, as well as allodynia (to light touch), edema, and decreased range of motion and motor dysfunction (e.g., weakness, tremor, dystonia). He has also been followed by his rheumatologist for the diagnosis of Sjögren's syndrome and Rheumatoid Arthritis. In our clinic, he described a gripping pain, different from arthritic pain, from his right knee area to his ankle that was without any swelling, pruritus, or dermatitis. The pain was worse in the anterior region than in the posterior regions around his knee. Allodynia below the knee was so severe in that region that he would wear a leg ''tunnel'' to avoid contact with his blanket at night. His medical regimen to control the pain included gabapentin 300 mg 3 times daily, abatacept 750 mg intravenously weekly, and hydrocodone/acetaminophen 5/500 mg every 8 h as needed.
The patients' medical history included multiple sinus infections per year and 6 lifetime pneumonias requiring antibiotics. He was hospitalized twice for pneumonia while serving in the army. He has had various back surgeries, including a laminectomy at the L4 level, 1 year prior to his diagnosis. There were no bony changes on imaging of the lower extremity. Shortly after the laminectomy, he underwent 4 sympathetic nerve blocks with minimal pain relief.
He is retired, denied any illegal drug or alcohol use, and reported a non-contributory family or social history. He has no children and his parents are deceased. On physical examination, his vital signs were all within the normal range. His gait was antalgic with a cane, and he was overweight, with a body mass index of 32. His hair, skin, and dentition appeared normal with no ulcers in the oral cavity. Cardiac, pulmonary, and abdominal Upon diagnosis of CVID, the patient was started on intravenous immunoglobulin (IVIG) 500 mg/kg monthly. Physical therapy was begun thereafter, and as little as 1 day after initial and subsequent infusions, the patient reported a dramatic decrease in lower extremity pain. He reported feeling the pain remounting by the 4th week after each infusion, but overall this seems to be more tolerated than in the past. Here, we have presented the case of a male previously diagnosed with CRPS who subsequently was found to have CVID diagnosed by a low IgA and IgG and suboptimal pneumococcal antibody titers prompted by a history of recurrent sinopulmonary bacterial infections. The patient's age at time of CVID diagnosis should be noted as it highlights the matter of diagnostic delay despite a history of recurrent respiratory infections. Upon initiation of IVIG therapy using the immune deficiency dosing (for this patient 500 mg/kg monthly), the patient's pain levels were significantly decreased and have remained suppressed for more than 2 years. The patient was also diagnosed with rheumatoid arthritis and Sjögren's syndrome by his rheumatologist, which was not surprising due the increased prevalence of autoimmune diseases in CVID patients [8] [9] [10] 20 ]. Since CRPS is not known to do so, these co-existing autoimmune diagnoses most likely account for the elevated inflammatory markers as evidenced by the increased ESR and C-reactive protein.
In addition, due to the increased incidence of malignancy in CVID patients [in particular, gastrointestinal (GI)], the patient was referred to a GI specialist for the follow-up. 
